Cerebral vasospasm associated with hyperthyroidism has not been reported to cause cerebral infarction. The case reported here is therefore the first of cerebral infarction co-existing with severe vasospasm and hyperthyroidism. A 30-year-old woman was transferred to our hospital in a stuporous state with right hemiparesis. At first, she complained of headache and dizziness. However, she had no neurological deficits or radiological abnormalities. She was diagnosed with hyperthyroidism 2 months ago, but she had discontinued the antithyroid medication herself three days ago. Magnetic resonance imaging and angiography showed cerebral infarction with severe vasospasm. Thus, chemical angioplasty using verapamil was performed two times, and antithyroid medication was administered. Follow-up angiography performed at 6 weeks demonstrated complete recovery of the vasospasm. At the 2-year clinical follow-up, she was alert with mild weakness and cortical blindness. Hyperthyroidism may influence cerebral vascular hemodynamics. Therefore, a sudden increase in the thyroid hormone levels in the clinical setting should be avoided to prevent cerebrovascular accidents. When neurological deterioration is noticed without primary cerebral parenchyma lesions, evaluation of thyroid function may be required before the symptoms occur.
INTRODUCTION
Thyroid hormones directly affect endothelial and vascular smooth muscle cells, and high levels of thyroid hormones are known to cause hypertrophy and stiffness of the vessels. However, the reverse causal relationship has rarely been reported. Furthermore, cerebral vasospasm (CV) associated with hyperthyroidism has never been reported to cause cerebral infarction. We therefore report here a rare and first of its kind case of severe CV that was caused by cerebral infarction in a patient with mild head injury and hyperthyroidism.
CASE REPORT
A 30-year-old woman was transferred to our hospital in a stuporous state with right hemiparesis. She had earlier been admitted to another hospital for two weeks after she was injured in a traffic accident. On admission to our hospital, she first complained of headache and dizziness only. She was alert and had no neurological deficits. Initial brain computed tomography (CT) and magnetic resonance (MR) images 
DISCUSSION
CV is common in patients with aneurysmal subarachnoid hemorrhage (SAH), and it is a leading cause of morbidity and mortality. 8) CV in traumatic SAH is characterized by earlier onset and milder clinical symptoms than that in aneurysmal SAH.
10)
Post-traumatic vasospasm without traumatic SAH has a brief duration of moderate spasms with an average time course of 1.25 days. 15) However, this is the first report on CV in a patient with mild head injury and hyperthyroidism.
In our case, CV could not be concluded from a simple can induce vasospasm in patients with coronary vasospasm.
3)
In general, many studies have shown that the thyroid hormone is an important regulator of endothelial nitric oxide (NO) production and vascular tone. 
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